Discussion
Brucellosis was considered very likely, but the agglutinations were negative on six occasions, and ten blood cultures for brucellke were sterile. Tetracycline 2-0 g daily for two weeks did not reduce the temperature (see Fig 1) .
Hodgkin's disease is known to cause a relapsing pyrexia (sometimes called Pel-Ebstein fever). It occurs in the abdominal type of Hodgkin's disease, and there are often no palpable glands. Leukopenia also occurs, and a remarkable alteration in splenic size with the fever has been reported (Abrahams 1919 , MacNalty 1923 .
There is no histological basis for a diagnosis of Hodgkin's disease in this case; another liver biopsy was carried out but provided no further information. There was an immediate response to two intravenous injections of 8 mg of mustine hydrochloride.
He was discharged after transfusion, and remains well. An aunt, who was then aged 7 years, had Hodgkin's disease in 1918, and is alive and well. POSTSCRIPT On examination: Pale and thin. Weight 96 lb, height 5 ft 21 in. Early clubbing of fingers; smooth red tongue. Cardiovascular system normal. Respiratory system: Vesicular breath sounds with coarse crepitations at the bases. Central nervous system: Absent knee-jerks, with loss of vibration sense, up to and including the anterior superior iliac spine.
Investigations: Chest X-ray and bronchogram: Extensive bronchiectasis. Plasma proteins: Total 5-5, albumin 3 7, globulin 1 8 g%; serum gammaglobulins 40 mg% estimated by gel-diffusion method (Gell 1955 ). Blood count: Hb 49% The blood film showed anisocytosis, moderate poikilocytosis and a few megaloblasts. The overall picture was macrocytic. Serum iron 0 14 mg%, vitamin-B12 assay 25 tug. Bone marrow: Red cell formation is hypercellular and mainly megaloblastic though some normoblasts remain; occasional hypersegmental nuclei in the megakaryocytes are to be seen; no plasma cells seen. Augmented histamine test meal: No free HCl and achylia; reticulocyte response to vitamin B12 (1,000 ,ug on alternate days) was 1 9 -38 % in six days. Schilling test: (1) Twenty-four-hour excretion 1.9%, (2) excretion after intrinsic factor (a hog stomach preparation) 1-6%. Barium meal and follow through: The stomach showed a cupand-spill abnormality; the jejunal pattern on the two-hour film showed slight coarsening. Gastric biopsy (Professor I Doniach): The mucosa was thin due to atrophy of specialized glands; pepsinogen cells present but no oxyntic cells seen; heavy infiltration with lymphocytes. Fecal fat: Excretion was 15-4 g in thirty-six hours as fatty acids. Histidine loading test: Formiminoglutamic acid excretion after histidine load 2 mg over six hours (normal < 1 mg). Occult blood negative. Treatment andprogress: The patient was accepted for pooled y-globulin replacement therapy on the MRC trial series Q, receiving 0-05 g/kg body weight/week. His y-globulin level appears to be maintained at approximately 480 mg %. His megaloblastic anamia has responded completely to vitamin-B12 therapy and the signs of peripheral neuropathy have almost disappeared. Since commencement of y-globulin therapy he has had no further attacks of pneumonia, and has experienced his first winter without a respiratory infection necessitating hospital admission. The cause of the megaloblastic anemia awaits further results and investigation which, it is hoped, will be published, for the association of megaloblastic anemia and hypogammaglobulinamia appears to be more than coincidental. REFERENCE GeO P G H (1955) J. clin. Path. 8, 269 [Meeting to be continued]
